Abstract
Introduction
Ž . T cell apoptosis programmed cell death occurs in the Ž . central nervous system CNS in experimental autoimmune Ž . Ž encephalomyelitis EAE Pender et al., 1991 , 1992 . Schmied et al., 1993 . This T-cell-mediated demyelinating disease of the CNS is the best available animal model of multiple sclerosis, and can be induced in susceptible animals by immunization with myelin antigens, such as myelin Ž . basic protein MBP , and adjuvants or by the passive transfer of T lymphocytes activated by these antigens Ž . Pender, 1995 . In acute EAE in the Lewis rat, encephalitogenic Vb 8.2 q MBP-reactive T cells are selectively elim-Ž inated from the CNS by apoptosis Tabi et al., 1994 Tabi et al., , 1995 . McCombe et al., 1996a , with resultant resolution of inflammation and clinical recovery.
We have proposed that the mechanism responsible for the apoptosis of autoreactive T lymphocytes in the target organ of this autoimmune disease is activation-induced cell death due to the interaction of previously activated T cells Ž . with non-professional antigen-presenting cells APCs in the CNS, such as astrocytes or microglia, which fail to deliver the costimulatory signal needed for T cell survival Ž . Pender et al., 1992; Tabi et al., 1994 Tabi et al., , 1995 . This hypothesis is supported by our finding that the selective apoptosis of Vb 8.2 q T cells in the CNS in EAE is reduced by dexamethasone, which inhibits activation-induced cell Ž . death McCombe et al., 1996b . It is also supported by in vitro experiments demonstrating that CD4 q MBP-specific T cell lines undergo apoptosis after reactivation by acti-0165-5728r98r$19.00 q 1998 Elsevier Science B.V. All rights reserved.
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